: The U.S.A. Accreditation Council for Graduate Medical Education (ACGME) requires that graduate medical education programs in A/I prepare specialists to provide expert medical care for patients with A/I disorders. The A/I intensive education course (boot camp) program was implemented at the University of South Florida (USF) to facilitate fellows' education of common clinical and diagnostic procedures conducted in the specialty. Educational methods included PowerPoint presentations and demonstration of clinical and diagnostic procedures by faculty and senior fellows and hands-on participation by the fellows-in-training. The topics covered included: anaphylaxis, spirometry, exhaled nitric oxide determination, routine and special skin testing, prescribing and administering immunotherapy, asthma education and inhaler technique, management of atopic dermatitis, food challenge, patch testing, antibiotic desensitization and challenge, principles of treatment with intravenous and subcutaneous gammaglobulin, and special immunology testing. Methods: Six A/I fellows (four 1st and two 2nd year) participated in the boot camp on July 22, 2011. All completed a 49-item multiple-choice pre-test followed by the boot camp, after which same questions were administered as post-test. Scores were compared by paired t test. Results: Six participants completed the study. The average number of correct answers increased from 26.3/49 to 39.0/49 with pre-and post-test mean scores of 53.8% and 79.6%, respectively (P ¼ 0.009). There was a significant difference between 1st and 2nd year fellows in test results when comparing pre-and post-test scores (P # 0.05). Conclusions: An educational boot camp approach integrating theory and practice about A/I clinical and diagnostic procedures significantly increased the competency of A/I fellows at the beginning of their first and second year of training. 3 Clinical Immunology and Allergy, University of Sao Paulo, Sao Paulo, Brazil. Background: Non-steroidal anti-inflammatory drugs (NSAIDs) are one of the most frequently groups of medications involved in hypersensitivity drug reactions. The aim of this study is to describe a group of patients with suspected hypersensitivity reactions to non-steroidal anti-inflammatory drugs. Methods: A retrospective study of patients with a suspected history of hypersensitivity to NSAIDs, between years 2005 to 2010, was done. The drugs involved, the clinical features and interval between drug intake and clinical manifestation were studied. Drug provocation tests were carried out in some cases to confirm the diagnosis and in others to provide a safe therapeutic alternative drug. Results: A total of 310 patients considered to have had hypersensitivity reactions to NSAIDs were analyzed (mean age ¼ 39 years old; females ¼ 247). Immediate reactions were reported in 209 subjects. Non-selective responders were 214. The most important suspected drugs were pyrazolones (228), paracetamol (144), acetic acid derivatives (122) and acetyl salycilic acid (120). Pyrazolones were the most important suspected drugs for the selective responders. The most frequent clinical manifestations were angioedema (162), airway involvement (96) and urticaria (66). Isolated angioedema was seen in 79 patients. Atopy was reported in 138 (44.5%) patients and chronic urticaria in 26 (8.3%). Family history of drug hypersentivity was reported by 37 patients. Drug provocation tests (DPT) for diagnosis were performed with paracetamol in 37 subjects (2 positive), and pyrazolone in one subject (negative). DPT were also performed with selective COX-2 inhibitors (31 tests) and benzydamine (45 tests) to assess their safety as therapeutic alternative drugs for those non-selective responders and for those who had a suspected history of reactions to paracetamol, respectively. Positive results were observed in 3 patients tested with COX-2 inhibitors and in one patient tested with benzydamine. Conclusions: NSAIDs hypersensitivity was more prevalent in females and immediate reactions were more common than non-immediate ones. A great number of subjects were non-selective responders. Pyrazolones were the most commonly suspected culprit drugs. DPT is important not just for diagnosis but also to provide safe therapeutic options. Inst. of Pathophysiology and Allergy Research, Medical University Vienna, Vienna, Austria. Background: NSAID are frequently used and can often cause adverse drug reactions (ADR) ranging from generally mild to sometimes severe and lifethreatening reactions. ADRs are in most cases interpreted as pseudo-allergic, presumably non immunologic, but their dynamics and appearance in a subgroup of patients is suggestive for an IgE-mediated mechanism. Methods: In this study, we retrospectively analysed data of 501 patients from our outpatient clinic population of the past 7 years with ADR to NSAID. Data was evaluated regarding the culprit drug or drugs, type and severity of reactions, age, gender, atopy, number of co-medication, co-morbidity and infections etc. as risk factors. Further, skin test and provocation test results were reviewed for their clinical relevance and reliability. Results: Acetylsalicylic acid (ASA), paracetamol, diclofenac, mefenamic acid and propyphenazone were found as top five of causative drugs for ADR. The most common symptoms were angioedema, urticaria, pruritus, exanthema and dyspnea. ASA caused dyspnea, angioedema and urticaria in the majority of the cases. Diclofenac was found to be the most common culprit for severe anaphylactic reactions, followed by paracetamol and propyphenazone. Sixty percent of the NSAID reactors suffered from an atopic disease or had an atopic predisposition. There was a significant association between proven hypersensitivity reactions and reaction initiation after drug intake regarding the time interval. Conclusions: Our data suggest that -atopic predisposition is a risk factor for intolerance reaction to NSAID, -ASS accounts for non-immunologic, intolerance reactions, whereas severe anaphylactic reactions to diclofenac and/or propyphenazone seem to be IgE-mediated, -a shorter time interval between drug intake and appearance of symptoms is supportive for clinical relevance and could be an indicator for IgE-mediated ADR. Acknowledgements: FWF project L467-B05.
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